Case report A 52-year-old woman, without previous medical history, was admitted on 1 December 1991 for sudden blindness in the left eye being preceded 24 hours before by the same event in the right eye. This blindness was accompanied by photopsias. The patient also complained of headache, numbness, and paraesthesia ofall four limbs. She did not drink, or smoke, and took no medication on a regular basis. She had just recovered from a flu-like illness that lasted 8 days during which she took minicycline, amoxycilin, and aspirin. Three days before the loss of vision, she had returned to work, although she still had a slightly productive cough.
Physical examination was unremarkable, included pulmonary and ear, nose, and throat examination. Neurological examination showed very brisk myotatic reflexes of the four limbs. There were no meningeal signs. Besides Throughout 10 months of follow up, visual acuity was reduced to no light perception in the right eye. In the left eye, visual acuity developed very slowly from no light perception to slight perception of hand movements at 50 cm.
Bilateral papilloedema was initially described, without haemorrhage or exudate. Biomicroscopic examination 1 month after admission found the initial optic atrophy but a normal retinal and vitreous aspect. Between the third and the fourth month after admission, biomicroscopic examination revealed bilateral optic atrophy and disclosed retinal thickening, involv-ing both posterior poles as well as white spots in the middle periphery at the level of the choroid (Fig 1) . Fluorescein angiography revealed multiple punctate early hyperfluorescence spots (Fig 2) , without cystoid pattern. Seven months after admission, these yellow-white spots were still more numerous in both mid peripheries (Fig  3) . Very tiny white spots were also disseminated on both posterior poles (Fig 4) -Neurological symptoms appeared within 14 days of the acute illness.
-There was a more than fourfold rise in antiMycoplasma antibody titre in paired serums made at 1 month intervals, the first serum being taken 2 weeks after the influenza-like syndrome. Moreover, there was an elevated titre of cold haemagglutinins 2 weeks after the influenza-like syndrome and a more than fourfold fail 4 weeks later.
The description of an optic neuropathy after mycoplasmal infection is not new and we have found several such cases in the published reports (eight to 19) , most of them having optic disc swelling. According to the literature, the consequences may vary from irreversible blindness to complete recovery. As in our case, the optic neuropathy usually accompanies other neurological findings (meningoencephalitis, peripheral and/or cranial nerve neuropathy, cerebellar ataxia, transverse myelitis). The pathogenesis of central nervous system involvement is still unknown but is presently regarded as an immunological response to extraneural infection: Mycoplasma infection may induce the development of antibodies for normal tissues and Mycoplasma itselfinfluences the activity of T and B lymphocytes .20 There are several entities that have been characterised as essentially presenting at some time with multiple white dots in the fundus, usually in the deeper layers of the posterior segment. Nussenblatt2" gathers these entities together under the name of'white dot syndrome'.
They include multiple evanescent white dot syndrome (MEWDS), multifocal choroiditis and panuveitis, acute retinal pigment epithelitis, acute posterior multifocal placoid pigment epitheliopathy (APMPPE), and subretinal fibrosis and uveitis syndrome.
None of these entities seems to correspond to our case: unlike in MEWDS, the white dots of our case are choroidal rather than deep retinal and are not evanescent. The other entities have obviously different ophthalmoscopic and fluoroangiographic features and we will not consider them in detail. The delayed appearance (3 months after admission) of these white choroidal dots and retinal thickening is surprising. Her ocular history included variable exophthalmos in the right eye that was associated previously with documented hyperthyroidism of 3 years' duration. She had received a short course of propylthiouracil and propranolol, and is presently euthyroid.
On ophthalmic examination, her best corrected visual acuity was 20/20+2 right eye and 20/15-1 left eye. The pupils were normal and the extraocular movements were full. She was orthophoric at distance and had 6 prism dioptres of exophoria at near. No diplopia could be elicited.
Orbital examination revealed mild resistance
